The sepsis syndrome' is very common in the intensive care unit (ICU). Usually a careful history and examination of the patient will reveal the source of sepsis or the cause of the clinical signs of sepsis, such as pancreatitis, if there is no infective cause.
We present a case of the sepsis syndrome in a patient who was initially unwilling and then unable to provide a history to suggest the cause of the clinical signs she exhibited. By the time she presented to our ICU her clinical picture had also been modified by treatment at a peripheral hospital.
CASE REPORT
A 36-year-old nurse presented to a peripheral hospital with a history of sudden collapse associated with a blood pressure of 40 mmHg systolic and a pulse rate of 120 beats per minute (bpm). She was cold and clammy to touch, with an oral temperature of 38.5 QC.
Past medical history included recurrent abdominal abscesses and episodes of "septicaemia" associated with abnormal liver function tests in 1984 and 1986. Extensive investigations of her biliary tract had shown no abnormality. She had experienced many episodes of dysuria and haematuria. One week prior to the admission she had been treated with oral norfloxacin for symptoms of severe dysuria. Investigations at that time, including urine culture and microscopy, urea and electrolytes, and abdominal ultrasound, were normal.
Initial treatment included resuscitation with oxygen and fluids. A central venous cannula (CVC) was placed and nine litres of crystalloid were required to normalise filling pressures. With resuscitation she became increasingly warm, with a hyperdynamic circulation.
Hypotension persisted and dopamine administered empirically at high dose was required to maintain an adequate blood pressure. Diuresis was initiated with mannitol and frusemide because of a poor urine output, despite adequate volume resuscitation, The diuresis persisted for 48 hours. Initial biochemistry is shown in Table 1 . The abnormal creatinine of 328 micromoles per litre Vtmolll) steadily improved over a number of days following the above management. There was no overt clinical site of sepsis at the time of presentation. Routine investigations of urine and chest radiography were normal. Empirical treatment with cefotaxime and metronidazole was commenced.
Twenty-four hours after admission to the peripheral hospital she remained inotrope-dependent and was accordingly transferred to the intensive care unit (lCU) at our institution. On arrival she was drowsy but easily roused. There was no sign of meningism or focal neurological deficit. There was marked cervical excitation tenderness, with a uterus of normal size, and some epigastric tenderness. Examination of the chest was normal and there were no skin lesions.
Our clinical diagnosis was of sepsis and diagnostic emphasis was placed on finding the source. Of all the tests performed the only abnormalities found were some free fluid in the pelvis and small pleural effusions evident on abdominal ultrasound and computerised tomography.
The patient's course in the ICU was marked by the development of multiple organ dysfunction. Her renal function improved throughout the admission. Hypotension required inotropic support for five days. The hypotension was due to global hypokinesis of the myocardium, as demonstrated by echocardiography, and peripheral vasodilatation. Hypoxaemia progressively worsened and she required treatment with 10 cm H 20 of continuous positive airway pressure delivered by facemask and supplemental oxygen (fractional inspired concentration of 1). Serial chest radiography displayed bilateral infiltrates consistent Legend to Table 1 Micromolll -micromoles per litre wec -white cell count APTT -activated partial thrombopla5tin time Sec -seconds INR -international normalised ratio with the adult respiratory distress syndrome. A pulmonary artery catheter was not inserted and cardiogenic pulmonary oedema may have contributed to the pulmonary infiltrates. The white cell and platelet counts fell progressively before returning to normal levels ( Table 1) . The low platelet count resulted in spontaneous bleeding from the patient's mouth. A further problem during the admission was the rapid development of a coagulopathy on day 3, the international normalised ratio (lNR) rising to 15.8, while the activated partial thromboplastin time (APTT) was normal. The INR corrected rapidly with fresh frozen plasma (FFP) and vitamin K. Because of the anomolously raised INR, blood warfarin was assayed and found to be present at a concentration of 2 micrograms per litre (/lg/l). Upon questioning, the patient admitted to taking a large dose of warfarin prior to admission.
The relevant biochemical and haematological results are shown in Table I . Also shown are markers of severity of pulmonary dysfunction. These values coincide with the clinical picture described above.
The finding of warfarin ingestion led the medical team to review the patient's past medical contact. Information gained suggested a long history of self-harm and self-injection, resulting in the recurrent subcutaneous abscesses. The diagnosis of Munchausen's syndrome was entertained at this point; however, the patient denied self-harm on this occasion, save for the warfarin ingestion. With general supportive care and broad-spectrum antibiotics she improved over mg/l -milligrams per litre gll -grams per litre CXR -chest x-ray A-aD02 -alveolar to arterial oxygen partial pressure gradient a period of ten days and was discharged from the ICU. She was referred for psychiatric follow-up and during interview admitted to injecting herself with chicken faeces. She would not reveal the site of injection.
DISCUSSION
The sepsis syndrome describes systemic response of the host to the presence of micro-organisms or their toxins. The syndrome is characterised by the findings of hypo-or hyperthermia, tachycardia and hypotension, with low systemic vascular resistance, tachypnoea, oligoanuria and mental confusion, in addition to leucocytosis or leucopenia, thrombocytopenia and coagulopathy.'
This patient demonstrated many of the clinical features of severe sepsis during the course of her admission. In contrast to many cases of "sepsis" presenting acutely to hospitals, however, there was no site of overt infection. When this occurs, radiological procedures are performed to exclude previously unrecognised collections of pus or bowel contents, blood cultures and serology are performed and empirical antibiotic therapy is often started. In the face of relentless progression of the illness intra-abdominal sepsis may be suspected and laparotomy performed. In the absence of clinically demonstrable infection, toxin-mediated diseases such as the toxic shock syndrome must be considered, as well as diseases which may mimic sepsis but may not be associated with micro-organisms, such as pancreatitis, florid vasculitis or malignancy.
Anaesthesia and Inrensiw! Care. Vol. 21, /'./0, 4, August, 1993 The presentation of sepsis without an identifiable source of infection in a young woman is unusual and led us to perform multiple investigations. Diagnosis was frustrated by the lack of history and her denial of selfharm. Self-injection was considered when the diagnosis of warfarin poisoning was proven. Her history of abdominal wall abscesses and of unexplained previous episodes of sepsis alerted us to the possibility of selfinjection. This is usually a diagnosis of exclusion. The concept of self-injection of chicken faeces was not one which came to mind.
No infective agent was cultured from the patient's body fluids, probably because of broad-spectrum antibiotic therapy which she had received prior to admission to our ICU or because she had only an endotoxaemia and not a bacteraemia. A list of the human pathogens in chicken faeces in shown in Table  2 . (Buller N., Western Australia Department of Agriculture, personal communication.) Even nonpathogenic organisms may have represented an endotoxin load. The site of injection of the chicken faeces was probably per vaginam or per rectum, considering the free peritoneal fluid in the pelvis and the lack of needle marks on the patient's skin.
In many ways the course of this patient's illness is similar to that of subjects who have been injected with endotoxin or cytokines such as tumour necrosis factor, 34 with sequential development, then resolution of multiple organ dysfunction. Ongoing infection with perpetuation of organ dysfunction failed to develop.
Self-harm should also be considered in patients with clinical presentations which are out of the ordinary. The diagnostic problems in this patient were simplified somewhat by the discovery of warfarin in the patient's circulation. This alerted us to the diagnosis of Munchausen's syndrome. Although this syndrome is not commonly encountered in the Intensive Care Unit the clinician needs to be aware of the patient who is Anaesthesia and Intensive Care, Vol. 21, No. 4, August, 1993 a pathological liar and endulges in self-mutilation for real or imagined personal advantage. Multiple previous admissions to different institutions is often the clue to making this diagnosis. TABLE 2 Common Pathogenic Bacteria in Chicken Faeces
